We report late preterm twins who developed rota-viral diarrheal disease followed by necrotizing enterocolitis. Necrotizing enterocolitis had a fulminant course in both these neonates.
Introduction

R
otavirus is a leading cause of diarrhoea in infants 1 . Strains that cause neonatal infections differ from those that infect older infants and are characterized by attenuated virulence. Necrotizing enterocolitis and pneumatosis intestinalis has rarely been described as its complications 2 . Necrotizing enterocolitis (NEC), an infl ammatory bowel necrosis mostly affects premature infants with an incidence of 7% to 10% in very low birth weight (VLBW) infants. Incidence is inversely related to weight and gestational age and this is not a common entity in late preterm neonates in absence of risk factors.
The Cases
The twins were late preterms (35 weeks), appropriate for gestational age (AGA), male babies born to primi-gravida mother without any antenatal complication and were discharged on day fi ve of life after an uneventful postnatal period. The babies were both breastfed and formula fed since birth. On day 15 of life both the babies developed loose stools which showed positive Rota-viral Antigen and they were managed conservatively with Total Parenteral nutrition (TPN) and antibiotics. However, after two days they started having abdominal distension, haemorrhagic nasogastric tube aspirates and few episodes of blood mixed stools and presented to our hospital.
Twin 1:
At initial assessment in our hospital, baby was sick with shallow breathing, grunting and poor perfusion. Baby had to be intubated and ventilated urgently along with fl uid resuscitation, inotropes and empiric broad spectrum IV antibiotics. However, baby developed worsening abdominal distension which became tense and serial x-rays revealed a fi xed intestinal loop. Exploratory laparotomy with resection of 15 cm ileum (8 cm proximal to the ileocaecal valve) with double barrel ileostomy was done on day 31 of life and baby could be extubated on day second post-op.Baby had excessive stoma losses for which continuous NG feeds, lactose free formula were tried without much effect. Ileostomy closure was done after four weeks in view of profuse stoma loss and poor weight gain. Baby was started on trophic feeds which were gradually advanced with few intermittent episodes of feed intolerance. Baby was fi nally started on elemental formula which the baby tolerated well and loose stools decreased. Baby was discharged on 86 day of life with stable weight gain and semi formed stools with a discharge weight of 1.998kg.
Twin 2:
On admission, the baby was found to be lethargic, hypoglycaemic, with abdominal distension and sluggish bowel sounds. He was started broad spectrum IV antibiotics and TPN through PICC line. Haematological parameters revealed raised Total leucocyte count (24300/cu.mm), low platelet count 15000/cu.mm. Straight X-ray abdomen showed thickened bowel walls. Acute infl ammatory markers & stool calprotectin were raised. Supportive measures in form of TPN, intravenous antibiotics and continuous nasogastric aspiration were continued after which the baby improved. After few episodes of feed intolerance, the baby started taking feeds well and was discharged on day 47 of life.
Discussion
Rota-viral diarrhoea is commonest cause of diarrhoea in infancy. Although Rotavirus (RV) infection in newborns is usually asymptomatic 3, 4 , outbreaks have been reported associated with increased incidence of necrotizing enterocolitis (NEC) in preterm babies 5 . Sharma et al reported that out of 5.3% neonates who had NEC, 29% were rotavirus positive 6 . Rotavirus has been associated with NEC but the direct causal relationship has not been demonstrated. Both these neonates were asymptomatic and discharged home but later developed diarrhoea associated with rotavirus antigen positivity. The diarrhoea increased in severity and both the neonates developed abdominal distension, bleeding per rectum and other features of necrotizing enterocolitis.
Necrotizing enterocolitis is not a very common entity in late preterm neonates. Late preterm infants are more likely to develop NEC if they have other risk factors, including intrauterine growth retardation, polycythaemia, hypoglycaemia, sepsis, exchange transfusions or umbilical lines. However both these babies had a stable postnatal course and had no such risk factors. Borderline prematurity along with formula feeding and a Rota-viral infection could have contributed to the development of NEC.
Available vaccines cannot be administered earlier than six weeks of age but they can be effective in prevention of nosocomial neonatal Rota-viral infection through herd immunity.In countries with high-mortality rates, monovalent rotavirus vaccines probably prevents 63% and pentavalent vaccine prevents 57% of severe rotavirus diarrhoea (Cochrane 2012) 7 .The concern of giving Rota-viral vaccine at birth is that the titres of circulating maternal antibodies in the infants and co administration of OPV may have a negative impact on the seroconversion rates. However a consideration may be given regarding the administration of an extra dose or a "Zero dose" similar to polio vaccine to improve serologic responses to future doses and it may also provide some protection.We also wish to emphasize the importance of breastfeeding to prevent this devastating complication in neonates.
Conclusion
Our twin babies had a stable postnatal course and had no risk factors for NEC other than being late preterms and being fed formula feeds. A subsequent Rota-viral infection could have triggered the development of NEC. Thus an extra "Zero dose" of Rota-viral vaccine at birth may give some protective immunity and may boost serologic responses to future doses. However, we cannot underestimate the importance of breastfeeding in preventing NEC.
